Congestive gastropathy is a frequent cause of upper gastrointestinal haemorrhage in patients with portal hypertension. The pathogenesis is thought to involve venous congestion with gastric. mucosal capillary dilatation. We studied the relation between gastric mucosal capillary dilatation, measured morphometrically, and endoscopic appearances in 74 patients with portal hypertension and 20 control subjects. We also investigated the frequency of gastric colonisation with Helicobacter pylorn. Mucosal capillaries in patients were significantly dilated compared with control subjects (p<0.001) but the degree of dilatation was not related to the severity of the endoscopic appearances. H pylori was identified in 19 of 74 (26%) patients but was not related to the severity ofthe endoscopic appearances. These results suggest that other factors in addition to mucosal venous and capillary congestion are important in the pathogenesis of endoscopic congestive gastropathy and that gastric colonisation with H pylori is unlikely to be one of these factors.
Congestive gastropathy is a frequent endoscopic finding in patients with portal hypertension and is believed to be responsible for approximately 20% of episodes of bleeding in these patients. The (Table I) (coefficient of correlation -0 007 p=0 950). The severity of endoscopic gastropathy was similar in patients with alcoholic cirrhosis compared with those with portal hypertension of other aetiologies. Mild, moderate, or severe gastropathy was noted at endoscopy in 7%, 70%, and 16% ofoccasions in the alcoholics compared with 6%, 61%, and 23% of occasions in the nonalcoholics. A similar pattern seen on histology as mild, moderate, and severe histological gastritis was noted in 55%, 20%, and 9% of biopsy specimens from alcoholic patients compared with 25%, 37%, and 16% respectively from nonalcoholic portal hypertensive patients.
CAPILLARY DILATATION
A total of 3140 capillaries were counted in the morphometric analysis. In six biopsy specimens from the portal hypertensive group and 13 from the control subjects there was insufficient deep layer mucosa in the specimens for analysis of capillary size in this layer. Individual results for mean capillary size in the superficial mucosa are shown in Figure 2 . This is the layer which is most visible to the endoscopist. A similar pattern was seen in the middle mucosal layer but there was no significant difference between biopsy specimens from control subjects and patients with portal hypertension in the deep layer. There was no significant difference in capillary size between different grades of severity (Table II) , being absent in 13 biopsy specimens without histological gastritis and present in 9 of 12 specimens (75%) showing severe histological gastritis (coefficient of correlation 0.57 p<0-001). In contrast, the presence of H pylon was not closely associated with the severity ofendoscopic gastropathy (Table III) (coefficient of correlation -0.12, p=0.25). Hpylori was identified in 38% of specimens from patients with normal endoscopic appearances and in 22% of those with severe endoscopic gastropathy.
Discussion
Our study confirms that gastric mucosal capillary dilatation is present in patients with portal hypertension as compared with control subjects. The degree of capillary dilatation did not seem to be influenced by the presence or absence of gastritis. Neither was the degree of capillary dilatation related to the severity of endoscopic appearances. Moreover the degree of endoscopic gastropathy and the degree of capillary dilatation did not seem to be influenced by prior sclerotherapy, as had been suggested previously.' These findings suggest that factors other than the degree of mucosal congestion may be important in the pathogenesis of the endoscopic changes.
Although the endoscopic appearances of congestive gastropathy are usually more noticeable in the fundus of the stomach,'9 we chose to take antral biopsy specimens to avoid inadvertent biopsy of gastric varices and also to maximise the detection of H pylon colonisation. We suspected initially that colonisation with H pylori might be related to the severity of the endoscopic changes. Our results do not, however, support this hypothesis. H pylori was identified in 26% of our patients, but was not related to the presence of endoscopic gastropathy. To identify H pylori we used routine haematoxylin and eosin stained biopsy specimens. In our experience and that of others," 12 90% of H pylori are detected by this method. The use of special stains might have increased the yield slightly" but would not have altered the results significantly. The question as to whether H pylon should be treated when identified has not been resolved in patients with peptic ulcer disease,'3 and has not been evaluated in patients with portal hypertension. Given that the presence of H pylori is unrelated to the endoscopic appearances, we treat only patients who also have dyspeptic symptoms.
We feel that the most likely explanation for the pathogenesis of the endoscopic changes in the gastric mucosa of patients with varices is that mucosal congestion may render the mucosa more prone to injury or reduce its capacity to repair injury. Support for this suggestion comes from work in animals showing an increased susceptibility of the portal hypertensive mucosa to injury from agents such as bile acids, aspirin, or alcohol.6 It is not known, however, whether results from the animal model used in these studies can be extrapolated to human portal hypertensive gastropathy'4 and more work in this area is required. If the human portal hypertensive gastric mucosa is more prone to injury this would suggest that treatment could be aimed at the two mechanisms involved; either by reducing portal pressure with drugs'" or surgery16 or by trying to reduce gastric mucosal injury. The mechanisms of gastric injury in patients with portal hypertension must be more clearly elucidated in order to justify drug therapy in clinical practice. Trials of cytoprotective agents such as misoprostol may be worthwhile.
In summary, this study shows that the severity of the endoscopic appearances of congestive gastropathy in patients with varices does not correlate with either the degree of mucosal capillary dilatation or histological gastritis. This suggests that mucosal congestion is a necessary but not sole prerequisite for the development of the endoscopic appearances of congestive gastropathy. Other factors may play a role in the pathogenesis of gastric injury but colonisation with H pylori is unlikely to be one of these.
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